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LVFS (left ventricular fraction shortening). Detection of plasma BNP (brain
natriuretic peptide), and Masson staining determination of CVF (Collagen Volume
Fraction), immunohistochemical detection of PKCa and PKCε in myocardial tis-
sue, detection the PKCa and PKCε expression in myocardial cells by Western
blot.
Results: In group Model + AS, the death number is less than the Model group, the
cardiac function indexes have been improved and the myocardial ﬁbrosis degree
signiﬁcantly reduced compared with the Model group. The expression of PKCa in the
Model group is higher than in the Model+AS group; while the expression of PKCε in
Model group is lower than the Model + AS group.
Conclusions: The pretreatment of astragalus in myocardial infarction model rats can
inhibit the ventricular remodeling, and this effect may be caused by the up-regulation
of PKCε and the inhibition of PKCa expression.
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Objectives: Recent studies indicate ubiquitin-proteasome system particularly the E3
ubiquitin ligase plays a key role in cardiac hypertrophy. Neuregulin receptor degra-
dation protein-1 (Nrdp1) is a newly identiﬁed E3 ligase. In this study, we sought to
investigate the probability of knockdown of Nrdp1 might exhibit prohypertrophic
effects, and therefore we tested this hypothesis in vitro.
Methods: Neonatal cardiomyocytes were infected with adenovirus containing empty
vector (Ad-siRNA -control) and siRNA-Nrdp1 (Ad-siRNA-Nrdp1), and treated with
angiotensin II for 24 hours. Quantitative real-time PCR was used to determine the
expression of hypertrophy marker genes. Immunoﬂuorescence and were performed to
measure the cell surface area. Western blotting analysis was used to detect the
expression of phosphorylation of Akt and ERK1/2.
Results: After stimulated by angiotensinII, cell surface area of cardiomyocytes was
increased by 1.3-fold in Ad-siRNA-Nrdp1 group compared with Ad-siRNA-control
group (P<0.05). Furthermore, the mRNA levels of ANF,b-MHC and skeletal a-actin
in Ad-siRNA-Nrdp1 group was 1.5-fold, 1.4-fold, 1.5-fold higher than that of
Ad-siRNA-control group respectively (P<0.05). Knockdown of Nrdp1 augmented the
phosphorylation level of Akt (0.750.04 arbitrary units vs 0.290.03 arbitrary units,
P<0.05) and ERK1/2 (0.840.04 arbitrary units vs 0.270.04 arbitrary units,
P<0.05) compared with control group.
Conclusions: Knockdown of Nrdp1 might accelerate pathology progress of cardiac
hypertrophy, which may rely on promotion of the phosphorylation level of Akt and
ERK1/2.
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Objectives: To evaluate the transfection efﬁciency using recombinant adeno-asso-
ciatedvirus serotype 9 (rAAV9) mediated anti-nuclear factor-kB (NF-kB) ribozyme
and enhanced green ﬂuorescent protein (rAAV9-EGFP-R65) in Human Umbilical
Vein Endothelial Cells (HUVECs) and in Human Aortic Smooth Muscle Cells
(HASMCs), and to assess the inﬂuence of cell proliferation from the virus vector and
the P65 expressionof the NF-kB pathway.
Methods: HUVECs and HASMCs were respectively transfected with AAV9-eGFP-
R65at different Multiplicity of Infection (MOI¼ 1105, 1106 and 1107 v.g./cel1),
and the two kinds of cells were observed and analyzed with ﬂuorescence microscopy
and ﬂow cytometry to assess the transfection efﬁciency. Alamar Blue assay was used
to assess the proliferation of the transfected cells in HUVECsand HASMCs.Western
blot was used in detection P65 protein expression of NF-kB signaling pathway in
HUVECs and HASMCs.
Results: The ﬂuorescence intensity was enhanced with the increaseing of MOI and
time of transfection.HUVECs and HASMCs transfected with AAV9-eGFP-R65 were
begin to express after transfected 24 hours, and the expression peak appeared in the
sixth day in HUVECs, and the ﬁfth day in HASMCs. Multiplicity of infection of
1105, 1106 and 1107in the sixth day after transfection in HUVECs was
(1.401.20)%, (12.301.35)% and (52.802.05)%.And the ﬁfth day in HASMCs
was (5.301.04)%, (18.302.24)% and (52.403.21)%. Cell growth was not affected
and cell form was normal inthe whole observation period. Alamar Blue assay did
notreveal signiﬁcant diference in the absorbance between the transfected cells and the
control cells in the two kinds of cells. Western blotting showed that the expression of
P65 of NF-kB signaling pathway was decreased by the AAV9-eGFP-R65 in two cells.
Conclusions: HUVECs and HASMCs can be efﬁciently transfected by AAV9-eGFP-
R65, and there was no proliferation inhibition between the two kinds of cells. And
P65 expression was restrained by the rAAV9-eGFP-R65 in both HUVECs and
HASMCs.C20 JACC Vol 64/16/Suppl C j OctobGW25-e3134
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Objectives: Cytochrome P450 (CYP) 2C9 catalyzes a wide spectrum of drugs and is
also responsible for the metabolism of arachidonic acid to biologically active epox-
yeicosatrienoic acids (EETs). EETs are known to be a vasoactive substance and play
an important role in a hypertensive episode. The aim of the present study was to assess
the association between the human CYP2C9 gene and essential hypertension (EH) in
Chinese Population.
Methods:We use two independent case-control studies: a Han population (267 EH
patients and 253 control subjects) and a Uygur population (220 EH patients and
166 control subjects). All EH patients and controls were genotyped for the same
four single nucleotide polymorphisms (SNPs) (rs4086116, rs2475376, rs1057910
and rs1934967) of CYP2C9 gene by a Real-time PCR instrument. The data was
assessed for 3 groups: total, men, and women via Haplotype-based case-control
studies.
Results: It was not found that the statistically signiﬁcant differences in the distribution
of the allele and genotype frequencies of CYP2C9 between the EH patients and
control participants both in Han population and in Uygur population (P>0.05, all).
When using Haplotype-based case-control studies, we still did not ﬁnd all the hap-
lotypes in CYP2C9 gene were signiﬁcant different between EH patients and control
subjects (P>0.05, all).
Conclusions: These results suggest that these SNPs of CYP2C9 gene are not asso-
ciated with increased/decreased risk of hypertension in the Chinese population.
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Objectives: GP78 is a membrane-anchored ubiquitin ligase mediating the degradation
of HMG-CoA reductase (HMGCR) and Insig-1, which was very essential for the
synthesis of cholesterol process. The cholesterol has a causal role in the development
of cardiovascular disease. The aim of the present study was to assess the association
between the human gp78 gene polymorphism and coronary artery disease (CAD) in a
Han and Uygur population of China.
Methods: We use two independent case-control studies: a Han population (602 CAD
patients and 572control subjects) and a Uygur population (374 CAD patients and
376control subjects). All CAD patients and controls were genotyped for the same
three single nucleotide polymorphisms (SNPs) (rs731119, rs2617849and rs2440472)
of gp78 gene by a Real-time PCR instrument.
Results: the Han population, for total and men, the distribution of SNP3 (rs2440472)
genotypes showed a signiﬁcant difference between CAD and control participants (for
total: P¼0.008, for men: P¼0.007), the distribution of SNP3 (rs2440472) alleles and
the dominant model (AA vs AG+GG) and recessive model (GG vs AG+AA) showed
a signiﬁcant difference between CAD and control participants (for allele: P¼0.003 and
P¼0.002, respectively; for dominant model: P¼0.041 and P¼0.026, respectively; for
recessive model: P¼0.004 and P¼0.004, respectively). The signiﬁcant difference in
both the two models was retained after adjustment for covariates (for dominant model
P¼0.042 and P¼0.022, respectively; for recessive model P¼0.018 and P¼0.000,
respectively).
Conclusions: The GG genotype and G allele of rs2440472 in gp78 gene could be a
risk genetic marker of CAD in Han population in China.
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Objectives: Stress-induced cardiomyopathy (SIC) is characterized by extensive
ventricular akinesis involving apical segments with preserved function in basal seg-
ments. Beta-blockers and angiotensin-converting enzyme inhibitors (ACEIs) are the
main treatments for SIC. We assessed changes in levels of angiotensin II, angio-
tension-II receptors and ACE responses to SIC.
Methods: A model of SIC was established in rabbits by vagal electrical stimulation.
The serum concentration of angiotensin II and angiotensin (1-7) was detected by
enzyme-linked immunosorbent assay. Expression of angiotensin-II receptors was
measured by western blotting and real-time RT-PCR, with localization detected by
immunoﬂuorescent staining. ACE-II expression in the myocardium was measured by
western blotting.er 16–19, 2014 j GW-ICC Abstracts/Basic and Translational Medicine
